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Assessment of Arterial Compliance by Carotid Midwall
Strain-Stress Relation in Normotensive Adults
Jonathan N. Bella, Mary J. Roman, Riccardo Pini, Joseph E. Schwartz,
Thomas G. Pickering, Richard B. Devereux
Abstract—Examining left ventricular midwall as opposed to endocardial mechanics enhances understanding of left
ventricular function in individuals with abnormal cardiac geometry. Accordingly, we used carotid ultrasound and
applanation tonometry of arterial pressure to derive carotid midwall strain and its relation to carotid peak-systolic and
end-diastolic stresses in 82 apparently normal, employed subjects (56 men, 26 women; median age, 47 years; 70%
white; 21% overweight) with no evidence of coronary or valvular heart disease. Regression equations relating carotid
luminal and midwall strain to the increment in carotid stress during systole (Dcarotid stress) were used to predict strain
for the observed Dstress. Observed/predicted carotid luminal or midwall strain was calculated as a measure of carotid
luminal or midwall strain for imposed stress, termed stress-corrected strain. Midwall carotid strain was similar in women
and men but was negatively related to older age (r520.35, P50.001) and higher body mass index (r520.31, P50.005)
and brachial and carotid blood pressure (r520.30 to 20.45, all P,0.01). The pulsatile change in arterial load, measured
by Dcarotid stress, was positively related to midwall strain (r50.44, P,0.001) more closely than was carotid luminal
strain. Regression analyses revealed that carotid midwall strain was positively related to Dstress, with additional
negative relations to age and carotid diastolic diameter (all P,0.001). Stress-corrected carotid midwall strain was
strongly and negatively correlated with midwall elastic modulus and Young’s modulus (both r520.77, P,0.001),
followed by elastic modulus (r520.74, P,0.001), midwall Young’s modulus (r520.73, P,0.001), midwall stiffness
index (r520.70, P,0.001), and stiffness index (r520.66, P,0.001). Thus, in normal adults, carotid midwall strain is
unrelated to gender, is positively related to pulsatile carotid load as measured by Dcarotid stress, and is negatively related
to age, overweight, and standard measures of arterial stiffness. (Hypertension. 1999;33:787-792.)
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Measurement of arterial compliance may provide indicesof early vascular changes that antedate the develop-
ment of major atherosclerotic disease.1,2 It is well known that
risk factors for vascular disease, including older age, high
blood pressure and cholesterol, diabetes, and the presence of
left ventricular (LV) hypertrophy, are associated with de-
creased arterial compliance.3–15 Thus, noninvasive assess-
ment of arterial compliance may be important for early
detection and subsequent prevention of atherosclerotic dis-
ease. Several methods to assess arterial compliance noninva-
sively rely on the relation between systolic strain (lengthen-
ing) of the arterial lumen diameter in relation to the pulsatile
blood pressure increase.2,16,17 However, conventional ap-
proaches do not examine the average strain of the arterial
wall, approximated by lengthening at the arterial midwall, nor
do they directly take into account the average stress on the
arterial wall. Recent research on the left ventricle reveals that
a change of approach to examination of LV midwall mechan-
ics improves understanding of ventricular function in indi-
viduals with abnormal cardiac geometry.18–22 Therefore, the
present study was undertaken to assess the level and corre-
lates of the carotid midwall strain-stress relation in apparently
normal adults.
Methods
Subjects
The study group consisted of 82 apparently normal men and women
drawn from a large employed population in New York.13,23 All
subjects had normal blood pressure (,140/90 mm Hg) on no
antihypertensive medication. Segmental wall motion abnormalities
and valvular regurgitation or stenosis were excluded by
2-dimensional and Doppler echocardiography. On the basis of the
Second National Health and Nutrition Examination Survey
(NHANES II), subjects were classified as overweight if they had a
body mass index .27.8 kg/m2 for men and .27.3 kg/m2 for
women.24 Subjects had no clinical evidence of coronary heart disease
and gave informed consent under protocols approved in 1979 and
regularly thereafter.
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Carotid Ultrasound
A Biosound Genesis II system (OTE Biomedica) equipped with a
7.5-MHz transducer was used to scan the common, internal, and
external carotid arteries for discrete carotid plaques.13,25,26 Two-
dimensionally guided M-mode recordings of the common carotid
artery '1 cm proximal to the carotid bulb, with simultaneous ECG
and carotid pressure waveforms, were recorded on videotape and
subsequently digitized. Electronic calipers were used to measure the
internal diameter (Dd) and far wall intimal-medial thickness (IMTd)27
at end diastole, at the nadir of the simultaneous arterial pressure
waveform, or at minimal arterial diameter, as well as the diameter at
peak systole (Ds). All measurements used in this study were
performed by a single experienced investigator (M.J.R.) on several
cycles and averaged. High interobserver and intraobserver reproduc-
ibility for both carotid wall thickness and lumen diameter measure-
ments have been documented.25,28,29
Arterial Function Assessment
Arterial pressure waveforms were recorded noninvasively by placing
a solid-state high-fidelity external pressure transducer (model SPT-
301; Millar Instruments, Inc) over the right common carotid artery
while recording M-mode images of the left common carotid artery.30
Orientation and pressure applied to the transducer were adjusted to
applanate the artery between the transducer and underlying tissue, as
has been validated to yield accurate estimates of intra-arterial pulse
pressure by comparison with simultaneous invasive pressure record-
ings.31,32 Actual carotid blood pressures were obtained by external
calibration with the use of the mean brachial artery pressure.25,33,34
An alternative method of calibration that sets both the mean and
diastolic carotid pressures equal to those from the brachial artery did
not alter the results of the study (data not presented).
Arterial Compliance and Stiffness Indices
Carotid luminal strain, the percent systolic expansion of the arterial
lumen,12 was calculated as
Luminal Strain5([Ds2Dd]/Dd)3100
Carotid pressures Dd, Ds, and IMTd were used to calculate several
measures of arterial stiffness, including Peterson’s elastic modulus
(Ep),16 Young’s elastic modulus (E),2 and the stiffness index (b),17,35
using standard formulas. These measures use carotid luminal strain
and arterial pressure to provide indices of regional arterial stiffness
under the usual loading conditions (Ep) of the vessel or with
adjustment for the effects of arterial hypertrophy (E) and distending
pressure (b). Systemic arterial compliance was estimated by the ratio
stroke volume/brachial pulse pressure36 and by the arterial compli-
ance index.37 Cardiac output was calculated from echocardiographic
end-diastolic and end-systolic LV volumes.38
Measures of Carotid Midwall Function
Carotid midwall strain was derived with the use of a cylindrical
model, adapted from Shimizu et al,18 which assumes that the ratio of
volumes of the inner and outer halves of the carotid wall during the
cardiac cycle are constant. If it is assumed that the arterial long axis
remains constant, inner shell cross-sectional areas at end diastole and
at peak systole are equal, as follows:
p[(Ds/21Hs/2)22(Ds/2)2]5p[(Dd/21Hd/2)22(Dd/2)2]
where Hs and Hd are the estimated inner shell thicknesses of the
carotid walls at peak systole and end diastole, respectively; Hd is
considered equal to carotid end-diastolic far wall thickness (FWd).
From the above equation, the systolic thickness of the inner shell and
other midwall dimensions can be calculated as follows:
Mids5Ds1Hs
Midd5Dd1FWd
where Midd is the midwall diameter in diastole, FWd is the far wall
thickness in diastole, and Mids is the midwall diameter in systole.
From these values, carotid midwall strain (expressed as a percentage)
is calculated as
Midwall Strain5(Mids2Midd)/Midd3100,
the midwall Peterson’s elastic modulus is calculated as
Epmid5[(Ps2Pd)/(Mids2Midd)]3Midd,
and the midwall Young’s elastic modulus is calculated as
Emid5[(Ps2Pd)/(Mids2Midd)]3[(Midd)/(FWd)]
The midwall b is calculated as
Mid b5[ln(Ps/Pd)]/[(Mids2Midd)/Midd]
Carotid peak-systolic stress (cPSS) was estimated at the midwall
from M-mode tracings, adapting a cylindrical model39 previously
used for cardiac studies,40 in which
cPSS5
Ps3(Ds/2)23{11[(Ds/21Hs/2)2/(Ds/21Hs)2]}
(Ds/21Hs)22(Ds/2)2
Carotid end-diastolic stress (cEDS) was estimated at the midwall by
a similar formula. The increment in carotid stress during the cardiac
cycle was calculated as
DCarotid Stress5cPSS2cEDS
Equations relating carotid luminal strain and carotid midwall
strain to Dcarotid stress were then used to predict the expected
carotid luminal and midwall strain, respectively, for observed Dca-
rotid stress. The ratios of observed to predicted strains are termed
stress-corrected carotid luminal and midwall strain, respectively.
Statistical Analysis
Data management and analysis were performed with the use of a
computer equipped with SPSS 7 (SPSS) software. Data are presented
as mean6SD. Independent sample t tests and ANCOVAs that took
into account relevant covariates were used to compare mean values
between groups. Pearson correlation coefficients and linear regres-
sion analyses were used to determine the closeness and independence
of association of variables to midwall strain. The null hypothesis was
rejected at P,0.05.
Results
Subject Characteristics
The study population included 56 men and 26 women, with a
median age of 50 years. Brachial and carotid artery blood
pressures and pulse pressures were virtually identical in the 2
genders. When the population was divided at its median, mean
brachial pulse pressure was lower in younger individuals (4767
versus 54611 mm Hg, P50.001) and even more so in the
carotid artery (41611 versus 53619 mm Hg, P,0.001), as a
result of which pulse pressure augmentation from the central to
peripheral circulation was greater in younger individuals (6612
versus 1617 mm Hg, P50.01). A total of 17 individuals (11
men) were overweight. Brachial and carotid systolic blood
pressures did not differ between weight strata, but both brachial
and carotid diastolic blood pressures were higher in overweight
individuals (7866 versus 71610 mm Hg, P50.004 and 7768
versus 68611 mm Hg, P50.001, respectively). Most study
subjects (79%) were white. No racial differences were observed
in any clinical variable.
Relations of Carotid Luminal and Midwall
Measures to Clinical Variables
Carotid luminal and midwall systolic and diastolic diameters
were larger in men than in women (Table 1), but carotid strain
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did not differ between genders. Men had higher carotid
end-systolic and end-diastolic stress than women, but the
gender-related difference in Dcarotid stress was not signifi-
cant. No gender-related differences were observed for other
measures of arterial compliance and stiffness (data not
shown).
In ANCOVAs, adjusted for gender, neither carotid luminal
nor midwall diastolic or systolic diameters or strains differed
statistically between overweight and normal-weight individ-
uals (data not presented). However, diastolic and systolic
arterial wall thicknesses were higher in overweight individ-
uals (mean, 0.81 versus 0.69 mm, P50.01 and 0.79 versus
0.65 mm, P50.003). Carotid peak-systolic stress tended to be
lower in overweight individuals (mean, 559 versus 6313103
dyne/cm2, P50.06), but there was no difference in carotid
end-diastolic stress between the groups (mean, 281 versus
2893103 dyne/cm2, P50.71). As a consequence, the Dcarotid
stress was lower in overweight individuals (mean, 278 versus
3423103 dyne/cm2, P50.01).
Luminal and midwall diameters, arterial wall thicknesses,
and luminal and midwall strain were statistically indistin-
guishable between white and nonwhite individuals. Carotid
peak-systolic stress was slightly higher in whites (mean, 631
versus 5553103 dyne/cm2, P50.05), but carotid end-diastolic
stress was similar in the 2 groups. Therefore, Dcarotid stress
was higher in whites (mean, 339 versus 2853103 dyne/cm2,
P50.04). Both carotid luminal and midwall strain were
higher in younger individuals (aged ,50 years) than in older
individuals (15.463.6% versus 13.664.1%, P50.04 and
12.762.9% versus 10.663.0%, P50.002, respectively).
Univariate analyses (Table 2) revealed that both carotid
midwall strain and luminal strain were negatively related to
age and body size and that, in general, clinical variables were
slightly more closely correlated with carotid midwall strain.
In both genders, carotid midwall and luminal strain were
negatively related to carotid systolic and diastolic blood
pressures but not pulse pressures. In both genders, carotid
luminal and midwall strains were negatively related to carotid
diastolic diameter (r520.49 and 20.39, respectively, both
P,0.001). Carotid systolic diameter was not related to either
carotid luminal or midwall strain.
Relations of Carotid Luminal Strain and Midwall
Strain to Carotid Stress
In men, carotid midwall strain was positively related to
Dcarotid stress (r50.56, P,0.001), while in the smaller
group of women this relation (r50.29) did not attain statis-
tical significance. The overall positive relation between
carotid midwall strain and Dstress (r50.44, P,0.001) is
displayed in the top panel of the Figure , with the regression
line relating midwall strain to Dstress and its 95% CI. Carotid
luminal strain was also positively related to Dcarotid stress in
men (r50.50, P,0.001) but not in women (r50.15,
P50.45), with a moderate positive relation when men and
women were pooled (bottom panel, Figure).
Regression equations relating carotid luminal and midwall
strain to Dcarotid stress derived from data in the Figure were
used to predict values of the former variables for observed
Dcarotid stress. Observed/predicted carotid strain was ex-
pressed as a percentage in each individual to yield stress-
corrected carotid luminal and midwall strain.
The mean stress-corrected carotid luminal strain tended to
be greater for individuals below the median age (104623%)
than for older individuals (94627%, P50.08). Stress-
corrected luminal strain was lower in men (96626%) than in
women (108623%, P50.05). Mean stress-corrected luminal
strain was 101624% in whites and 94631% in nonwhites
(P50.29). Stress-corrected luminal strain was nearly identi-
cal in normal-weight and overweight individuals.
Mean stress-corrected carotid midwall strain was lower in
individuals above as opposed to below the median age of the
TABLE 1. Carotid Luminal and Midwall Measurements in Men
and Women
Variable Men (n556) Women (n526) P
Luminal systolic diameter, mm 6.6260.66 5.9460.45 ,0.001
Luminal diastolic diameter, mm 5.8060.64 5.1560.41 ,0.001
Luminal strain, % 14.364.3 15.263.0 0.327
Midwall systolic diameter, mm 7.2460.70 6.6060.57 ,0.001
Midwall diastolic diameter, mm 6.5060.69 5.9160.54 ,0.001
Midwall strain, % 11.663.5 11.962.3 0.793
Carotid end-systolic stress,
103 dyne/cm2
65.1615.9 53.8610.7 0.001
Carotid end-diastolic stress,
103 dyne/cm2
31.069.0 23.866.0 ,0.001
DCarotid stress, 103 dyne/cm2 34.169.8 30.068.0 0.067
TABLE 2. Clinical Correlates of Carotid Luminal and Midwall Mechanics
Variable
Luminal
Strain
Midwall
Strain
Stress-Corrected
Luminal Strain
Stress-Corrected
Midwall Strain
DCarotid
Stress
Age 20.25* 20.35† 20.21 20.31† 20.13
Body mass index, kg/m2 20.26* 20.31† 20.16 20.20 20.31†
Brachial SBP, mm Hg 20.24* 20.30† 20.22* 20.29† 20.07
Brachial DBP, mm Hg 20.39‡ 20.45‡ 20.33† 20.37† 20.24*
Brachial pulse pressure, mm Hg 0.08 0.05 0.04 0.01 0.15
Carotid SBP, mm Hg 20.22* 20.30† 20.29† 20.41‡ 20.18
Carotid DBP, mm Hg 20.56‡ 20.33† 20.18 20.17 20.44‡
Carotid pulse pressure, mm Hg 0.013 20.06 20.15 20.29* 0.46‡
*P,0.05; †P,0.01; ‡P,0.001.
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population (91625% versus 106622%, P50.007). Stress-
corrected carotid midwall strain tended to be lower in men
(96625%) than in women (105622%, P50.14). There was
no significant difference in stress-corrected carotid midwall
strain between races or between overweight and normal-
weight individuals. Stress correction of midwall strain
slightly strengthened its negative relations with age and
carotid diastolic blood pressure.
Regression Analyses
In a model with carotid luminal strain as the dependent
variable and age, carotid diastolic diameter, carotid diastolic
blood pressure, and Dcarotid stress as independent variables,
carotid luminal strain was related positively to Dcarotid stress
(b50.345, P50.001) and negatively to carotid diastolic
diameter (b520.461, P,0.001) and age (b520.195,
P50.035) (multiple R50.62). In a similar model, carotid
midwall strain was strongly related to Dcarotid stress
(b50.440, P,0.001), age (b520.403, P50.001), and ca-
rotid diastolic diameter (b520.328, P,0.001) (multiple
R50.67).
Relations of Carotid Luminal Strain and Midwall
Strain to Other Arterial Compliance Indices
Among the different measures of arterial compliance and
stiffness, carotid luminal strain was most closely and nega-
tively related to Peterson’s elastic modulus, followed by
Young’s modulus and b, with a weaker positive relationship
with Dcarotid stress (Table 3). Stress-corrected carotid lumi-
nal strain was strongly and negatively correlated with
Young’s modulus, followed by Peterson’s elastic modulus
and b.
Carotid midwall strain (Table 4) was related to Peterson’s
elastic modulus, followed by midwall Peterson’s modulus,
midwall b, b, Young’s modulus, midwall Young’s modulus,
and Dcarotid stress. Stress-corrected midwall strain was
strongly and negatively related to midwall Peterson’s modu-
lus, followed by Young’s modulus, Peterson’s modulus,
midwall Young’s modulus, midwall b, and b. Of note, stress
correction of both carotid luminal and midwall strain
strengthened their negative relations with all measures of
carotid arterial stiffness; the strongest negative relation with
each index of arterial stiffness was obtained with stress-
corrected midwall strain. Neither the arterial compliance
index nor pulse pressure/stroke volume was related to either
carotid midwall or luminal strain or stress-corrected strain.
Discussion
Measures of arterial compliance estimate the ability of an
artery to expand and contract with cyclic variation in arterial
Top, Relation of carotid midwall strain to Dcarotid stress. Bot-
tom, Relation of carotid luminal strain to Dcarotid stress.
TABLE 3. Relations of Carotid Luminal Strain and Stress-Corrected Luminal
Strain to Stress and Indices of Arterial Compliance
Variable
Luminal Strain
Stress-Corrected
Luminal Strain
r P r P
DCarotid stress, 103 dyne/cm2 0.336 0.002 0.005 0.964
Ep, dyne/cm2310210 20.605 ,0.001 20.683 ,0.001
E, dyne/(cm2 z mm)31026 20.555 ,0.001 20.725 ,0.001
b 20.513 ,0.001 20.587 ,0.001
Arterial compliance index, mL/(mm Hg z m2) 0.025 0.826 0.095 0.401
Stroke volume/pulse pressure, mL/mm Hg 0.060 0.595 0.084 0.455
E indicates Young’s elastic modulus; Ep, Peterson’s elastic modulus; and b, stiffness index.
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pressures caused by cardiac contraction and relaxation. The
most robust noninvasive method to measure in vivo arterial
thickness and strain is ultrasound imaging.4,41,42 The intro-
duction of carotid artery applanation by high-fidelity tonom-
eter has provided a method that, in the hands of highly skilled
operators, can provide the central arterial pressure measure-
ments needed for noninvasive calculation of measures of
arterial compliance.31,32 The most commonly used compli-
ance measurement is Peterson’s elastic modulus, defined as
the ratio of stress (pulse pressure) to strain (lengthening).16
Under usual loading conditions, a higher stress-strain elastic
modulus represents greater arterial stiffness.16 Young’s mod-
ulus was derived to adjust for the effect of arterial wall
thickening on arterial stiffness.2 To reduce the impact of the
curvilinear pressure-stiffness relationship on arterial stiffness,
the stiffness index (b) was developed.17,35 In one study, b
correlated well with the presence of atherosclerosis in patho-
logical findings.43
However, conventional approaches do not examine the
average strain of the arterial wall, approximated by systolic
lengthening at the arterial midwall, nor do they directly take
into account the average imposed stress.44 Thus, examining
the average systolic strain of the arterial wall, approximated
by measurements at the midwall, and relating it to the average
imposed stress may enhance detection of reduced arterial
compliance compared with conventional methods.
Although we found no gender-related difference in either
carotid luminal or midwall strain, apparently normal men had
higher carotid wall stresses than women. The greater stress on
the arterial wall in men may be a hitherto unrecognized but
pathophysiologically important mechanism contributing to
the well-known gender-related difference in risk of arterial
disease. In our study, carotid pulse pressure showed a greater
increase with age than brachial blood pressure. The loss with
age of pulse pressure amplification from central to peripheral
arteries has been attributed to age-related degeneration of
arterial elastic fibers.45
Our study demonstrates that midwall strain had a stronger
negative relation to age than did carotid luminal strain. As
expected from physiological considerations, adjustment of
carotid luminal and midwall strain for the imposed cyclic
load strengthened the negative relations with age. The reason
for decreased carotid strain with age may be an age-related
progressive shift in load bearing during systole from flexible
elastic fibers to rigid collagen fibers that accompanies age-
associated arterial dilatation.45 Our study showed that stress-
corrected carotid midwall strain was significantly lower in
older individuals, with a parallel trend for stress-corrected
luminal strain. Thus, the present findings suggest that the
average mechanics of the several components of the carotid
artery wall may be better approximated by calculating arterial
strain and adjusting it for the pulsatile increase in arterial load
(Dcarotid stress) at the level of the arterial midwall. Further
study will be needed to determine whether similar negative
relations between age and midwall mechanics are also ob-
served in peripheral arteries.
The present study confirmed the expected negative rela-
tions between conventional measures of arterial stiffness and
parameters of carotid luminal and midwall mechanics. A new
and notable result of the present study is that the coefficient
of determination (r2) between standard arterial stiffness mea-
sures and measures of arterial mechanics increased stepwise
from those observed with carotid luminal strain (r250.26 to
0.37) to those with stress-corrected midwall strain (r250.44
to 0.59).
Conclusion
In normal adults, carotid midwall strain is unrelated to
gender, positively related to pulsatile carotid load, as mea-
sured by Dcarotid stress, and negatively related to age,
overweight, and standard measures of arterial stiffness. Stress
correction of carotid midwall strain strengthens its negative
relations with age and indices of arterial stiffness, suggesting
that assessment of carotid midwall mechanics may enhance
noninvasive assessment of conduit artery compliance.
Acknowledgments
This study was supported in part by grants HL-18323, HL-30605,
and HL-47540 from the National Heart, Lung, and Blood Institute,
National Institutes of Health, Bethesda, Md, and by a grant from the
Michael Wolk Heart Foundation. We thank Mariane C. Spitzer,
RDMS, for her expertise in the performance of the ultrasound
studies.
References
1. Arnett DK, Evans GW, Riley W. Arterial stiffness: a new cardiovascular
risk factor? Am J Epidemiol. 1994;140:669–682.
2. O’Rourke M. Arterial stiffness, systolic blood pressure and logical
treatment of hypertension. Hypertension. 1990;15:339–347.
3. Reneman RS, van Merode T, Hick P, Hoeks APG. Flow velocity patterns
in and distensibility of the carotid artery bulb in subjects of various ages.
Circulation. 1985;71:500–509.
4. Kawasaki T, Sasayama S, Yagi S, Asakawa T, Hirai T. Noninvasive
assessment of the age-related changes in stiffness of major branches of
the human arteries. Cardiovasc Res. 1987;21:678–687.
5. Cameron JD, Jennings GL, Dart AM. The relationship between arterial
compliance, age, blood pressure and serum lipid levels. J Hypertens.
1995;13:1718–1723.
TABLE 4. Relations of Carotid Midwall Strain and
Stress-Corrected Midwall Strain to Stress and Indices of
Arterial Stiffness Compliance
Variable
Midwall Strain
Stress-Corrected
Midwall Strain
r P r P
DCarotid stress, 103 dyne/cm2 0.438 ,0.001 0.005 0.962
Ep dyne/cm2310210 20.648 ,0.001 20.738 ,0.001
Epmid, dyne/cm2310210 20.640 ,0.001 20.774 ,0.001
E, dyne/(cm2 z mm)31026 20.530 ,0.001 20.773 ,0.001
Emid, dyne/(cm2 z mm)31026 20.488 ,0.001 20.734 ,0.001
b 20.550 ,0.001 20.662 ,0.001
Mid b 20.590 ,0.001 20.698 ,0.001
Arterial compliance index,
mL/(mm Hg z m2)
0.065 0.562 0.165 0.140
Stroke volume/pulse pressure,
mL/mm Hg
0.090 0.421 0.125 0.261
Ep indicates Peterson’s elastic modulus; Epmid, midwall Peterson’s modulus;
E, Young’s elastic modulus; Emid, midwall Young’s modulus; b, stiffness index;
and mid b, midwall stiffness index.
Bella et al March 1999 791
 at UNIV DI FIRENZE on November 13, 2012http://hyper.ahajournals.org/Downloaded from 
6. Isnard RN, Pannier BM, Laurent S, London GM, Diebold S, Safar ME.
Pulsatile diameter and elastic modulus of the aortic arch in essential
hypertension: a noninvasive study. J Am Coll Cardiol. 1989;13:399–405.
7. Laurent S. Arterial wall hypertrophy and stiffness in essential hyper-
tensive patients. Hypertension. 1995;26:355–362.
8. Riley WA, Freedman DS, Higgs NA, Barnes RW, Zinkgraf SA, Berenson
DS. Decreased arterial elasticity associated with cardiovascular disease
risk factors in the young: Bogalusa Heart Study. Arteriosclerosis. 1986;
6:253–261.
9. Xu C, Glagov S, Zatina MA, Zarins CK. Hypertension sustains plaque
progression despite reduction of hypercholesterolemia. Hypertension.
1991;18:123–129.
10. Salomaa V, Riley W, Kark JD, Nardo C, Folsom A. Non–insulin-
dependent diabetes mellitus and fasting glucose and insulin concen-
trations are associated with arterial stiffness indexes: the ARIC Study.
Circulation. 1995;91:1432–1443.
11. Neutel JM, Smith DHG, Graettinger WF, Weber MA. Dependency of
arterial compliance on circulating neuroendocrine and metabolic factors
in normal subjects. Am J Cardiol. 1992;69:1340–1344.
12. Roman MJ, Pickering TG, Schwartz JE, Pini R, Devereux RB. Relation
of arterial structure and function to left ventricular geometric patterns in
hypertensive adults. J Am Coll Cardiol. 1996;28:751–756.
13. Roman MJ, Pickering TG, Schwartz JE, Pini R, Devereux RB. The
association of carotid atherosclerosis and left ventricular hypertrophy.
J Am Coll Cardiol. 1995;25:83–90.
14. Boutouyrie P, Laurent S, Girerd X, Benetos A, Lacolley P, Abergel E,
Safar M. Common carotid artery stiffness and patterns of left ventricular
hypertrophy in hypertensive patients. Hypertension. 1995;25:651–659.
15. Roman MJ, Pickering TG, Schwartz JE, Pini R, Devereux RB. Prevalence
and determinants of cardiac and vascular hypertrophy in hypertension.
Hypertension. 1995;26:369–373.
16. Peterson LN, Jensen RE, Parnell R. Mechanical properties of arteries in
vivo. Circ Res. 1968;8:78–86.
17. Hayashi K, Handa H, Nagasawa S, Okumura A, Moritaki K. Stiffness of
and elastic behavior of human intracranial and extracranial arteries.
J Biomech. 1980;15:339–347.
18. Shimizu G, Zile MR, Blaustein AS, Gaasch WH. Left ventricular
chamber filling and midwall fiber lengthening in patients with left ven-
tricular hypertrophy: overestimation of fiber velocities by conventional
midwall measurements. Circulation. 1985;71:266–272.
19. Shimizu G, Hirota Y, Kita Y, Kawamura K, Saito T, Gaasch WH. Left
ventricular midwall mechanics in systemic arterial hypertension: myo-
cardial function is depressed in pressure-overload hypertrophy. Circu-
lation. 1991;83:1676–1684.
20. de Simone G, Devereux RB, Roman MJ, Ganau A, Saba PS, Alderman
MH, Laragh J. Assessment of left ventricular function by midwall frac-
tional shortening/end-systolic stress relation in human hypertension. J Am
Coll Cardiol. 1994;23:1444–1451.
21. de Simone G, Devereux RB, Koren MJ, Mensah GA, Casale PN, Laragh
J. Midwall left ventricular mechanics: an independent predictor of car-
diovascular risk in arterial hypertension. Circulation. 1996;93:259–265.
22. de Simone G, Devereux RB, Murredu GF, Roman MJ, Ganau A,
Alderman MH, Cantaldo F, Laragh J. Influence of obesity on left ven-
tricular midwall mechanics in arterial hypertension. Hypertension. 1996;
28:276–283.
23. Schnall PL, Schwartz JE, Landsbergis PA, Warren K, Pickering TG.
Relation between job strain, alcohol and ambulatory blood pressure.
Hypertension. 1992;19:488–494.
24. Health implications of obesity. National Institutes of Health Consensus
Development Conference Statement. Ann Intern Med. 1985;103:
1073–1077.
25. Roman MJ, Saba PS, Pini R, Spitzer M, Pickering TG, Rosen S,
Alderman M, Devereux R. Parallel cardiac and vascular adaptation in
hypertension. Circulation. 1992;86:1909–1918.
26. Ricotta JJ, Bryan FA, Bond MG, Kurtz A, O’Leary DH, Raines JK,
Berson AS, Clouse ME, Calderon-Ortiz M, Toole JF, DeWeese JA,
Smullens SN, Gustafson N. Multicenter validation study of real-time
(B-mode) ultrasound, arteriography and pathologic examination. J Vasc
Surg. 1987;6:512–520.
27. Pignoli P, Tremoli F, Poli A, Oreste P, Paoletti R. Intimal plus medial
thickness of the arterial wall: a direct measurement with ultrasound
imaging. Circulation. 1986;74:1399–1406.
28. Salonen R, Haapanen A, Salonen JT. Measurement of intima-media
thickness of the carotid arteries with high resolution B-mode ultra-
sonography: inter- and intra-observer variability. Ultrasound Med Biol.
1991;17:225–230.
29. Riley WA, Barnes RW, Hartwell T, Byington R, Bond MG. Noninvasive
measurement of carotid atherosclerosis: reproducibility. Circulation.
1990;82(suppl III):III-516. Abstract.
30. Roman MJ, Pini R, Pickering TG, Devereux RB. Comparison of nonin-
vasive measures of arterial compliance in normotensive and hypertensive
patients. J Hypertens. 1992;10(suppl 6):S105–S108.
31. Kelly R, Hayward C, Ganis J, Daley J, Avolio A, O’Rourke M. Nonin-
vasive registration of arterial pressure waveform using high-fidelity
applanation tonometry. J Vasc Med Biol. 1989;1:142–149.
32. Kelly R, Fitchett D. The noninvasive determination of aortic input
impedance and left ventricular output: a validation and repeatability study
of a new technique. J Am Coll Cardiol. 1992;20:952–963.
33. Hamilton WF, Dow P. An experimental study of the standing waves in
the pulse propagated through the aorta. Am J Physiol. 1939;125:48–59.
34. Kroeker EJ, Wood EH. Comparison of simultaneously recorded central
and peripheral arterial pressure pulses during rest, exercise and tilted
position in man. Circ Res. 1955;3:623–632.
35. Hirai T, Sasayama S, Kawasaki T, Yagi S. Stiffness of systemic arteries
in patients with myocardial infarction: a noninvasive method to predict
severity of coronary atherosclerosis. Circulation. 1989;80:78–86.
36. de Simone G, Roman MJ, Daniels SR, Mureddu GF, Kimball TR, Greco
R, Devereux RB. Age-related changes in total arterial capacitance from
birth to maturity in normotensive population. Hypertension. 1997;29:
1213–1217.
37. Randall OS, Esler MD, Calfee RV, Bulloch GF, Maisel AS, Culp B.
Arterial compliance in hypertension. Aust N Z J Med. 1976;6(suppl
2):49–59.
38. Teichholz LE, Kreulen T, Herman MV, Gorlin R. Problems in echocar-
diographic volume determinations: echocardiographic and angiographic
correlations in the presence or absence of asynergy. Am J Cardiol.
1976;37:7–11.
39. Gaasch WH, Zile MR, Hosino PK, Apstein CS, Blaustein AS. Stress-
shortening relations and myocardial blood flow in compensated and
failing canine hearts with pressure-overload hypertrophy. Circulation.
1989;79:872–873.
40. Gaasch WH, Battle WE, Oboler AA, Banas JS, Levine HJ. Left ventric-
ular stress and compliance in man with special reference to normalized
ventricular function curves. Circulation. 1972;45:746–762.
41. Gamble G, Zorn J, Sanders G, MacMahon S, Sharpe N. Estimation of
arterial stiffness, compliance and distensibility from M-mode ultrasound
measurements of the common carotid artery. Stroke. 1994;25:11–16.
42. Imura T, Yamamoto K, Kanamori K, Mikami T, Yasuda H. Noninvasive
ultrasonic measurement of the elastic properties of the human abdominal
aorta. Cardiovasc Res. 1986;20:208–214.
43. Wada T, Kodaira K, Fujishiro K, Maie K, Tsukiyama, E, Fukumoto T,
Uchida T, Yamasaki S. Correlation of ultrasound-measured common
carotid artery stiffness with pathological findings. Arterioscler Thromb.
1994;14:479–482.
44. Dobrin PB. Mechanical properties of arteries. Physiol Rev. 1978;58:
397–460.
45. Kelly R, Hayward C, Avolio A, O’Rourke M. Non-invasive determi-
nation of age-related changes in human arterial pulse. Circulation.
1989;80:1652–1659.
792 Carotid Midwall Mechanics in Normotensive Adults
 at UNIV DI FIRENZE on November 13, 2012http://hyper.ahajournals.org/Downloaded from 
